Abstract
Introduction

It is well known that pernicious anemia occurs due to a cobalamin deficiency after gastrectomy; however, it also occurs in cases of chronic atrophic gastritis without gastrectomy. Pernicious anemia is the end-stage of type A atrophic gastritis affecting the fundus and body of the stomach (1). Many chronic atrophic gastritis patients have autoantibodies to parietal cells and an intrinsic factor, and the pathogenetic mechanism of pernicious anemia is therefore thought to be an autoimmune mechanism
. Infrequently, pernicious anemia is accompanied by gastric cancer or persistent carcinoid tumor (3) (4) (5) . A number of epidemiological studies have addressed these conditions (6) (7) (8) (9) 
. Ce r v i c a l c o r d T 2 -we i g h t e d s a g i t t a l MRI i ma g e ( T R: 2 , 8 7 9 , T E : 1 2 0 ) . B . T 2 -we i g h t e d a x i a l i ma g e ( T R:
4 , 8 9 5 , T E : 9 0 ) . MRI i ma g e s s h o w a h i g h i n t e n s i t y a r e a i n t h e p o s t e r i o r s p i n a l c o r d f r o m C-1 t o L -1 ( → ) . (11) .
MRI findings show intramedullary hyperintensity on T2-weighted images, which is thought to be mainly due to demyelination. By contrast, axonal loss is thought to occur later and to a lesser degree (12) . There was no enhancement of the lesion in contrast studies, except for only a few cases (13, 14) .
These results suggest that concomitant with subacute combined degeneration and gastric cancer is not a complication, but both that diseases develop from the same condition as chronic atrophic gastritis. We neurologists must carefully consider the possibility of gastric cancer when we encounter subacute combined degeneration.
